Cerebral arachnoid cysts presenting as intracranial space occupying lesions were described as a clinical entity by Starkman, Brown and Linell (1958) . Although these cysts lie in the brain substance, they do not communicate with the ventricular system or subarachnoid space. They give rise to symptoms and signs of raised intracranial pressure and are associated with other manifestations similar to those commonly associated with the neoplasms. Features A left frontotemporal flap was turned, and on opening the dura mater a large cyst was seen. Medially the cyst extended to the insula and laterally was in contact with the temporal dura mater, inferiorly it overlapped the middle cerebral vessels and the roof was a clear thin-walled membrane. There was depression in the lateral and inferior quadrant of the frontal lobe. Sixty millilitres of clear colourless fluid was aspirated containing 48 mg protein/100 ml., then the cyst wall was removed. There was no communication between the ventricles and the cyst. The dura mater was closed and the bone flap replaced. On the eighth post-operative day, pink subdural fluid was aspirated. Further progress was satisfactory and there were no abnormal signs. The patient has remained well and has been leading a normal life for the last 14 years. HISTOLOGY The cyst wall looked like normal arachnoid mater. A left frontotemporal flap was turned, and on opening the tense and bluish-looking dura mater a large cyst measuring 5 cm in diameter was seen. Medially, the cyst indented the inferior posterior part of the frontal lobe; laterally, it was in contact with the temporal dura mater. In the floor of the cyst, the carotid artery and its branches, and optic and oculomotor nerves were seen and the adjacent temporal lobe was foreshortened. The roof of the cyst was removed after aspirating 70 ml. of clear fluid. There was no communication between the cyst and the ventricle. The subarachnoid space along the tentorial edge was opened. The dura mater was closed.
The postoperative course was satisfactory and the child has remained well.
HISTOLOGY The cyst wall looked like normal arachnoid mater. Some areas were thicker than normal, due to proliferation of the cells in the deeper layers of arachnoid mater. CASE 4 (S.R.H. 6538.) R.L., a female aged 57 years, presented with gradually increasing stiffness of the left arm and hand for 24 years. During the six months before admission she had two attacks of twitching and shaking of the left arm, lasting for two to three minutes. There was no history of trauma or other illness.
The patient was well oriented in time and place. There was no papilloedema. There was gross spasticity in the left arm with finger clenching. The lower limbs were normal and the plantar reflexes were flexor.
Lumbar cerebrospinal fluid was normal, containing 48 mg protein/100 ml. Ventricular cannulation through posterior parietal burr holes produced a slow flow of CSF from the left side, but a very profuse flow under pressure from the right. Air was introduced on the right side and a large cavity demonstrated in the right parietal convexity (Figs 5 and 6). Further air introduced into the left side demonstrated a small ventricular system shifted to the left (Fig. 7 On admission to the neurosurgical unit, examination showed slight left facial weakness, marked cogwheel rigidity of the left limbs, and slight tremors of the left hand at rest. Power was minimally diminished on the left side, the jaw jerk was present, and the plantar reflexes were flexor. Sensibility to fine touch and pin prick was diminished and astereognosis was present on the left side.
A right carotid angiogram revealed a large avascular space occupying lesion in the parietal parasagittal area (Figs 8, 9, 10) . The angiographic appearances were so reminiscent of case 5, that a possibility of arachnoid cyst was strongly entertained.
A right parietal flap was turned down, and on opening the tense dura mater, a large cyst was seen in the parasagittal region, measuring 5 cm in diameter. The medial wall of the cyst abutted on to the falx, and laterally a distinct depression was seen in the cortex. in the literature and they appear to fall into three main categories.
GROUP I: CONGENITAL PORENCEPHALIC CYSTS In this group the cyst cavity is created by a primary defect in the brain. Sometimes a thin membrane lies between the cyst cavity and the ventricles and the term pseudoporencephaly, incomplete porencephaly, or closed porencephaly are used (Pendergrass and Perryman, 1946) . The primary cerebral defect is responsible for the symptoms and signs in such cases, the cyst being a passive and secondary development.
GROUP 2: SECONDARY CYSTS In this group the cyst develops secondary to a known aetiological factor such as trauma (Taveras and Ransohoff, 1953) , infection, inflammation in leptomeninges, infarction, or haemorrhages. Neoplastic and parasitic cysts can also be grouped in this category. The symptoms and signs in these cases are due to the basic pathology in the brain and in part to the presence of the cyst.
GROUP 3: NON-COMMUNICATING CYSTS In this group the cysts lie in the brain substance and do not communicate with the ventricular system or the subarachnoid space. The cerebral cortex is merely compressed and indented and it is the cyst that gives rise to the symptoms and signs of raised pressure. They are usually found in the Sylvian region (Weinman, 1965) , parasagittal region, or the cerebral convexity (Anderson and Landing, 1966) . Similar lesions have been described in the posterior fossa (Trowbridge and French, 1952; Handa and Bucy, 1956; Oliver, 1958; Lewis, 1962) , but in this communication only supratentorial cysts are considered. In the present series the cyst was in the Sylvian area in three cases, in the parasagittal region in two cases, and on the convexity in one (Table) .
Various hypotheses have been put forward to explain the mechanism of cyst formation. Most authors believe that the cysts are congenital in origin. Recently Jakubiak, Dunsmore, and Beckett (1968) have reported four cases and discussed the mechanism of cyst formation. They believe that their two cases were due to developmental defect in the formation of the mantle layer and displacement of the ependymal cells into the subarachnoid space. These immature cells give origin to the cyst. The other two cases were thought to be representative of the cysts described by Starkman et al. (1958) in which they demonstrated splitting of the arachnoid mater. In our cases, histology of the cyst wall was obtained in only three of the six cases, and case 6 appears similar in origin to the first two cases of Jakubiak et al. (1968) . It is difficult to speculate on the mechanism of cyst formation in the re- Accepting that the cysts are congenital in origin, then the presentation of case 3 at the age of 8 months is understandable, but it is difficult to explain why the other five cases remained asymptomatic for so long, and presented only at ages between 37 to 57 years. Some arachnoid cysts remain silent and are encountered only incidentally at necropsy. Davison and Friedman (1946) described a case of a 70 year old man in which an apparently asymptomatic cyst in the right inferior frontal lobe was discovered at necropsy. They considered this to be a developmental defect. Similarly case 3 of Starkman et al. (1958) Nicholson and Turner, 1964) , subdural haematoma (Samiy, 1963) , acute brain-stem compression (Oliver, 1959) , and posterior fossa tumour (Reyes and De Vera, 1970) . Only one case of arachnoid cyst has been reported to have produced this syndrome and the cyst was in the posterior fossa (Musella and Elvidge, 1964) . In case 6 the cyst was parasagittal and the mechanism of production of the Parkinsonian syndrome was presumably by chronic indirect compression of basal nuclei, in the same way that parasagittal tumours may produce this syndrome.
Case 3 presented as hydrocephalus. The arachnoid cyst was encountered in the course of craniotomy for suspected tumour or haematoma. A cyst in or near the Sylvian fissure is a rare cause of raised pressure in infants, Anderson et al. (1966) reported nine cases of supratentorial arachnoid cysts of which eight were infants presenting as hydrocephalus. The cyst in three of these cases was in the Sylvian fissure. Oliver (1958) and Lewis (1962) described single cases of arachnoid cysts presenting as hydrocephalus but the cysts were in the posterior fossa. Only a few more such cases are recorded in the literature.
Preoperative diagnosis of supratentorial cysts is seldom possible. They are mostly diagnosed at operation, sometimes on accidental entry of the cyst during ventriculography, but are occasionally suspected at angiography. In case 6, diagnosis was strongly suspected on angiographic appearances, because of the recent experience with case 5. After reviewing the angiograms in four of our cases, we believe that when there is a large avascular lesion shown by stretching and displacement of the vessels in an apparently well patient with minimal neurological signs, the possibility of arachnoid cyst is worth consideration, particularly if the lesion is angiographically in the Sylvian territory.
The result of treatment in these cases is highly gratifying. It is generally believed that craniotomy with a radical removal of non-adherent arachnoid mater usually proves adequate. Some surgeons have made communication between the cyst and the ventricles, and others have opened the subarachnoid spaces. In all our cases, the roof and non-adherent wall of the cysts were removed, the subarachnoid spaces were opened in three, and in one case the ventricle was distended by saline to obliterate the cyst cavity.
Four patients have remained well during the follow-up periods from four months to 14 years. In case 5, a second evacuation of the cyst was required one year after the first operation, and the patient has been well for the past 34 years. The second case remained well for 15 years after the initial operation, but then presented again with seizures and drowsiness after a fall. She died and, at necropsy, a large cyst was found with the signs of uncal herniation. It is possible that if the cyst had been evacuated she would have survived for many more years. Handa and Bucy (1956) reported three cases of arachnoid cyst and one of these cases showed signs of recurrence three times, requiring evacuation approximately every five years. This patient remained well for over 24 years. The liability of these cysts to recur and the necessity for re-evacuation has not been stressed by most authors, and a prolonged follow-up is not recorded. In view of our experience with recurrence in two of the six cases, we believe that a careful and prolonged follow-up should be conducted in all these cases. Prompt diagnosis and treatment is imperative, since the lesion is inherently benign and easily remediable.
